Opportunities for the surgical treatment of leprosy in this country may not be quite so rare as we think. Dwyer, F. C. (1951, J. Bone Jt. Surg., 33B, 604) recently reported two similar though rather more chronic cases and I operated three years ago on a tumour of the ulnar nerve with cyst formation closely resembling his description, and possibly also a chronic form of neural leprosy. The possibility should certainly be remembered when dealing with obscure tumours of the peripheral nerves, especially ulnar and peroneal. If permanent damage is to be prevented early operation is essential. This is particularly important when Sulphetrone is given as this agent causes intense local reaction and sometimes precipitates the onset of paralysis. II. Male, aged 29. (Dr. S. P. Hall-Smith's case, Figs. 1 and 2 
.)
History.-July 1951: Sudden development of eruption affecting face, trunk and limbs. During same period experienced severe pain in left leg and weakness in left foot. ' One month prior to this admitted Royal Sussex County Hospital, Brighton, with suspected appendix, which was later diagnosed as gastro-enteritis. Discharged from hospital after one week. One week before admission to hospital given sulphonamides "for 'flu" and developed morbilliform rash.
Previous Scaly, marginated patch left leg over areas L.3, 4, and 5. Scars of old ulcers left shin. All the skin lesions showed anmsthesia to pin-prick. The left foot showed weak dorsiflexion which has since progressed to complete foot drop.
Treatment and progress.-On September 14, 1951, treatment with diaminodiphenylsulphone (Avlosulfon) commenced with 50 mg. twice weekly, the dose gradually being increased until maintenance dose of 300 mg. twice weekly was reached-this is the dose he is receiving at present. During this period the lesions have partially faded and have become flatter. There is no lessening in the degree of anxsthesia or the foot drop. III. Male, aged 20, West Indian. (Dr. John Franklin's case.) This case illustrated a major lepride, which histologically had some atypical features (Fig. 3) . History.-June 1951 noticed the skin of right leg, which had always been dry, was starting to crack and flake off.
Late August 1951 visited local doctor as it was spreading. Late September 1951 noticed for the first time some patches of paler discoloration on the legs, and also a swollen second left toe.
For past three weeks noticed pains in both legs, right more than left; sometimes momentary, sharp and stabbing in character on outer side of right leg. Both ankles also painful, and the left one tender and swollen. He often feels as if something is continually squeezing the upper third of his right fibular region. No numbness felt, but often tingling in the whole of the right leg. He thinks that the muscles of thighs and legs are getting thinner, but has not observed any definite weakness.
November 1951, he sat near the fire, but did not seem to feel the heat as usual on his right leg. He is well otherwise in himself. Past history.-Epistaxis on and off since childhood, the last occasion being this December, but no nasal discharge. Clots of blood come away on clearing his nose in the mornings.
Family history.-Mother, father, one brother and two sisters all well. One brother died aged 14 months, cause unknown. Paternal grandmother also suffered with epistaxis. Family residence in Trinidad. Born at Mayaro where he lived for nine years. No history of contact as far as he remembers. From age 9 to 14 years in San Fernando. Family and brother-in-law, who lived with them, quite well. From age 14 to 20 years in San Juan. Has been in U.K. for past sixteen months for study.
On examination.-General condition fairly good, though rather on the thin side. Alert and cooperative. Skin: Multiple lesions on legs, right more than left, and one on left upper arm. The lesions have a well-defined, reddish-brown, scaly, raised edge, with evidence of pale discoloration. All these areas show evidence of hypoesthesia and hypoalgesia.
Nerves: Marked thickening of lateral popliteal nerves; slight thickening of ulnar nerves, which do not produce any sensory disturbance on pressure.
Motor: Definite evidence of marked weakness of dorsiflexion and plantar flexion of right foot, and inability to move left big toe, though ankle power is good.
Reflexes: Armjerks appear to be absent. Knee-jerks brisk, right more than left. Ankle-jerks: right sluggish, left present. Plantars flexor.
It was also noted that the left foot was warmer than the right, but the dorsalis pedis vessel was not palpable, probably owing to general thickening of tissues. Minimal cedema.
Left second toe showed considerable enlargement, being involved in a maculo-anesthetic lesion.
The skin of both legs, apart from the well-defined lesions, appeared shiny, with scaliness. Greatly thickened, white, aedematous nerve sheath encountered over peroneal nerve. This was followed up to a point just below the confluence of the sural branch at which point the nerve suddenly assumed its normal proportions again. Following downwards the nerve was found to be involved to a point about 2 in. above the neck of the fibula.
The whole of the thickened nerve sheath was easily excised and the nerve decompressed. At one point was an early nerve abscess.
Muscle about this area all looked healthy. Right leg: A similar incision, but longer, was made to expose the affected peroneal and lateral popliteal nerves.
The peroneal nerve was grossly involved almost to the neck of the fibula and there were several abscesses present which must have seriously disrupted the continuity of the actual nerve fibres.
The peroneus muscle was pale, flabby and necrotic where the nerve entered it. The lateral popliteal nerve was involved in the inflammatory process as far as its junction with the medial popliteal nerve. In this also there was abscess formation. In these nerves it was not so easy to strip off the nerve sheath, but decompression was effected. An interesting point with reference to this case is the intense infiltration of the peroneal nerve on the left, and the peroneal and lateral popliteal nerves on the right, both of which showed abscess formations. IV. Female, aged 25. (Sir George McRobert's case.)
A characteristic, moderately advanced case of lepromatous leprosy, with a slight thickening of the ear, puffiness of the face, and some deformity of the nose. Lesions are seen throughout the body and there are some subcutaneous nodules in the arms and thighs.
The patient gives a history of only one year's duration, but this cannot be correct. Examination of the nose and skin shows many bacilli. Biopsy showed characteristic changes of lepromatous leprosy (Fig. 4) . Mr. George Qvist's case: Relapsed lepromatous leprosy with marked nerve involvement.
In addition to the above cases X-rays were shown of a patient of Mr. George Qvist's, who was in the Royal Free Hospital for the treatment of trophic ulcers of the feet (Fig. 5 ).
While there is considerable deformity of the right foot the X-ray picture shows more gross bony changes than one would anticipate. There is considerable rarefaction of the phalanges, absorption and necrosis of the metatarsal bones ( Figs. 6 and 7) . 252 Such a case, so far as possible, is treated symptomatically. The patient who has deformity of the hands would find it difficult to use crutches (Fig. 8) . Conservative treatment, therefore, should be undertaken, and if any operation was performed every effort should be made to retain a weightbearing stump.
Dr. R. G. Cochrane, in reply to discussion, stated that he was interested that surprise was expressed that one handled cases of leprosy so freely, and emphasized that the generally accepted view was correct, that leprosy was a very mildly pathogenic disease, and that the healthy adult was relatively non-susceptible.
He mentioned, in passing, that the traditional view of leprosy arose from a mis-translation of a Hebrew word. In the early history of the Jewish people they were commanded to separate all persons who had diseases which produce permanent blemishes, and all such persons had to be put "without the camp". This group consisted of such conditions as psoriasis, leucoderma, chronic fungus infection, scabies, and possibly mutilations, and all these diseases were given one name-Zaraath. Unfortunately, when the Bible translators came to deal with this word "Zaraath", instead of translating it "a blemished man" they translated the word "leprosy". Hence the tradition arose that leprosy was a highly infectious disease.
In replying to a question from Sir George McRobert with reference to the boy attending school, Dr. Cochrane stated that when the condition was active and the lesions were erythematous and desquamatory, it was inadvisable for the boy to attend school. The lesions were now quiescent and largely resolving, and, therefore, he did not consider that the patient was in any way infective, and saw no reason why he should not attend school. The association of chronic leucopenia with splenomegaly and rheumatoid arthritis is relatively uncommon and often known as Felty's syndrome. When kerato-conjunctivitis sicca and xerostomia occur in association with rheumatoid arthritis the description of Sjogren's syndrome is applicable. These 2 cases show features of both diseases and suggest that there is, in fact, a common pathological factor. Case L-Mrs. L. C., aged 71. She first noticed rheumatoid arthritis when 18 years old and now has severe deformities of the hands, wrists, elbows, hips and knees indicating inactive disease. In 1947 she noticed dryness of the mouth and severe irritation in both eyes. Filamentary keratitis was present and corneal ulcers developed; she is now almost completely blind due to corneal opacities. One year later she had bilateral parotid swellings and a leucopenia was discovered which still persists. Past 
